Forty-eight chronic duodenal and 41 chronic gastric ulcers were identified by endoscopy. Stigmata were found in 27 (56%) and 33 (80%) of these cases respectively.
Sixteen patients had multiple lesions, and in 12 (75%) the presence of stigmata permitted diagnosis of the source of the haemorrhage. Stigmata were more likely to be seen in cases of duodenal ulcer, Mallory-Weiss lesions, and oesophageal varices when endoscopy was performed within 12 hours of bleeding, but were as common in cases of gastric ulcer after longer intervals.
In the absence of stigmata one out of 21 patients with duodenal ulcer had further haemorrhage and one other needed emergency surgery; no patient with gastric ulcer Introduction Endoscopy is considered to be the best means of identifying the source of bleeding in upper gastrointestinal haemorrhage. [1] [2] [3] [4] [5] [6] Evaluation of reported diagnostic accuracy is difficult since criteria for accepting a lesion as the source of bleeding are often not stated7-'3 and the selection of patients is often not explicit.1 0 12 The usefulness of emergency endoscopy is difficult to assess since most reports document the interval before endoscopy from the time of admission' 14-17 rather than from the time of the first symptoms of bleeding. Patients who rebleed after admission have a significantly higher mortality' Prognostic valte i'n peptic lulcer-Altogether 48 duodenal and 41 gastric ulcers were identified by endoscopy, stigmata being seen in 27 (56",,) and 33 (80",,) of the cases respectively (table III) . Among the patients with duodenal ulcers, 15 (55 6",,) of the 27 with stigmata had further haemorrhage compared with 1 (4-8 o) of the remainder (P < 0 001), and 17 (63 0'",) and 1 (4 8 '0) respectively needed emergency surgery (P < 0 001). (The one patient without stigmata underwent emergency surgery because of perforation.) Among the patients with gastric ulcers, 10 (30 3`) of the 33 with stigmata had further haemorrhage and 15 (45-5%)O) with stigmata needed emergency surgery; none of eight without stigmata had further haemorrhage (P = 0 086) or needed emergency surgery (P = 0-016) (table III) . Thus of the 60 patients with peptic ulcers bearing stigmata, 25 (41*7 ",) had further haemorrhage and 32 (533 ",) needed emergency surgery; and of the 29 without evidence of stigmata, 1 (34 4",) had further haemorrhage and 1 (3 4",) needed emergency surgery (P < 0 001 for each).
Two patients with duodenal ulcers (both with stigmata) and seven with gastric ulcers (six with stigmata) died. Fig 2 shows the proportion of patients rebleeding and requiring emergency surgery related to stigmata, age, shock, and serious concomitant disease. Stigmata predicted the outcome better than any other factor. Drug and alcohol history, preoperative transfusion, lowest haemoglobin concentration, blooa group, tachycardia, and hypotension were even less discriminating than any of the above factors. A scoring system of "poor prognostic factors"') (table IV) did not identify those at risk of further haemorrhage, emergency surgery, or death (P>0-1).
Interval from onset of bleeding-There was no correlation between the timing of endoscopy after the first symptom of bleeding and the risk of further haemorrhage or emergency surgery and presence of active bleeding at endoscopy (five cases) in the patients with stigmata (table V) . Eleven episodes were not associated with a fall in haemoglobin concentration (six of the patients were endoscoped more than 24 hours and three more than 48 hours after the onset of symptoms): six had a history suggestive of Mallory-Weiss syndrome, of whom two had occult blood in the stool and four were endoscoped more than 24 hours after haematemesis; two gave a convincing history of bleeding and previous ulcer surgery, one of whom had occult blood in the stools on seven occasions; two produced bloody vomit in front of a medical witness one gave an unshakeable history of haematemesis.
CASES WITH BLOOD BUT NO LESION DETECTED
In seven cases blood was seen in the stomach but no localised lesion was identified. Two patients had non-erosive gastritis; one probably had an epistaxis, not an upper gastrointestinal haemorrhage; in one bleeding from the lower oesophagus was started (or restarted) by endoscopy; one had a recent history of gross alcohol excess; one had gastritis associated with a gastrojejunostomy; and one underwent surgery for continuing bleeding, and even at laparotomy no source was identified.
Discussion
The purpose of endoscopy in the investigation of gastrointestinal bleeding is to identify the source of haemorrhage. This may be achieved when a lesion is seen to bleed or, much more commonly, when it bears stigmata of recent haemorrhage.'5 26 Such findings constitute an advantage of endoscopy that is often ignored, lesions unmarked by stigmata being accepted as endoscopic diagnostic successes.' I 11 -13 The interval between the first symptoms of bleeding and endoscopy may influence the recognition of stigmata. Cotton et all' found stigmata in 790O of patients with ulcers examined "within 48 hours of bleeding" but in only one out of 21 cases examined thereafter. Allen et all" reported a fall in diagnostic accuracy from 800,, to 30(,, when endoscopy was delayed more than 48 hours after admission, but criteria for acceptance that the lesion had bled were not specified. Forrest et al,' routinely using gastric lavage, found 87°, of patients examined within 24 hours of admission to have stigmata compared with 32(1,, of those endoscoped after 48 hours. We found lesions with stigmata in 69), of patients endoscoped within 12 hours of the first symptom of bleeding and in about 40' , thereafter, the fall in patients with gastric ulcers being less pronounced than in patients with other diagnoses.
Much of the delay between the onset of bleeding and endoscopy occurs before admission and is unavoidable. Our results suggest that the critical interval may be shorter than previously suspected.' 10 When endoscopy was performed more than 12 hours after the onset of bleeding not only was the proportion of lesions without stigmata greater but there was a doubling of the proportion of cases without a diagnosis. Similarly, Sandlow et a12 found a halving in the proportion of patients bleeding from superficial lesions and a doubling of cases with no diagnosis in the group randomised to endoscopy a week after admission rather than at once. Earlier endoscopy may not only increase definitive diagnoses but may also change their apparent relative frequency.
Of our 34 patients without a diagnosis, 22 (65",)) were endoscoped more than 24 hours after the first symptom; 10 gave a history suggestive of Mallory-Weiss syndrome: possibly these and others had bled from superficial lesions that were not obvious by the time of endoscopy. Of the 110 patients in whom a lesion with stigmata was identified, 55 (501',) were endoscoped within 24 hours and 74 (670 ) within 48 hours of the first symptom of bleeding. In patients with multiple lesions, despite delay of more than 48 hours in all but one, stigmata were seen in 750(, (12 cases), but a third of these were gastric ulcers. As in patients with gastric ulcers alone, in most of whom stigmata were recognised despite delay in endoscopy, more than half were over the age of 60 years and 8 (500?,) had serious concomitant disease, both factors that might contribute to prolonged bleeding.
Further haemorrhage after admission results in a 12-fold increase in mortality. Early identification of those at risk would be helpful.2'2 2 ' Risk differs according to the lesion 2 2 but there is disagreement about the usefulness of such single factors as age, serious concomitant disease, fresh haemorrhage, haematemesis rathcr than melacna, and magnitude of haemorrhage in predicting rebleeding. 2 '' 2 Morgan et a12 described a scoring system of "poor prognostic factors" to predict the likelihood of rebleeding and death, but we found this unhelpful in our patients with peptic ulcer, possibly because age and serious concomitant disease seemed to have less influence in our cases. The use of endoscopic findings in predicting outcome has to our knowledge not been investigated, and our results suggest that stigmata represent a simple means of identifying patients liable to rebleed from peptic ulcer. Early endoscopy, allowing maximum diagnostic yield, is often not possible. Nevertheless, it is worth investigating whether the finding of stigmata 24, 48, and more than 48 hours after the onset of bleeding might improve prognosis by helping to select patients with peptic ulcer for early surgery.
Why are stigmata associated with the likelihood of rebleeding ? Of ulcers without stigmata, some may not have been the source of bleeding, while others may have lost stigmata rapidly, reflecting healing of the bleeding point and a good prognosis. Rapid loss of stigmata has not been documented for a givcn ulcer, but the pronounced fall in thie proportion of duodenal ulcers bearing stigmata when endoscopy was delayed beyond 12 hours suggests that this is true of some ulcers, although in our series the number of patients endoscoped within 12 hours was too small for firm conclusions to be drawn. Beyond 12 hours the proportion with stigmata remained relatively constant. The proportion of gastric ulcers with stigmata was similar at all intervals, and for all patients with peptic ulcers bearing stigmata the risk of further haemorrhage and emergency surgery was independent of the passage of time. Thus stigmata identify those ulcers that have definitely bled and seem to have about a 50,, risk of rebleeding for some days after the initial haemorrhage, in contrast to ulcers without stigmata (of which some have probably never bled), which have a very low risk of rebleeding, similar to that of superficial mucosal lesions.333 Superficial mucosal lesions probably heal more rapidly than is appreciated and may more easily be missed if no longer bleeding and have no clot attached.34
In our patients with varices, bleeding from other sources appeared infrequent.
We could not, however, endoscope more than 17 (48",) within 24 hours of bleeding, and in more than half stigmata were absent.
Advances in the understanding and management of acute upper gastrointestinal haemorrhage are unlikely to be made unless there is critical use of the best possible methods of identifying the source and assessing the prognosis. Early endoscopy may show that superficial lesions account for a greater proportion of cases than currently accepted even when some other potential bleeding lesion is seen. Failure to apply strict criteria to endoscopic findings may be one reason why increased accuracy in diagnosis has not led to an improvement in prognosis,3' though death occurs mainly among elderly and sick patients, in whom it is seldom exclusively due to the gastro- Summary and conclusions Leydig-cell function was assessed in 27 men with acute mumps orchitis by measuring plasma testosterone concentrations before and after the administration of human chorionic gonadotrophin (HCG). The test was also performed on groups of patients with other febrile viral infections and mumps without orchitis and on healthy euspermic men. The concentrations both before and after HCG were significantly lower in patients in the acute phase of mumps-but not in those with other viral infections and mumps without orchitis-than in the healthy men. Basal concentrations of follicle-stimulating hormone (FSH) and luteinising hormone (LH) were significantly increased in patients with acute mumps orchitis, while an exaggerated response to LH-releasing hormone was noted in four patients after the acute phase of the disease. Raised plasma LH concentrations were also found in several patients with viral infections, including mumps without orchitis. There appeared to be no particular merit of any of the treatments used Hospital for Infectious Diseases, Athens, Greece P A CONTOYIANNIS, DM, consultant physician (aspirin, prednisolone, and cold baths). In patients reevaluated three to five and 10 to 12 months after the acute phase of their disease the basal testosterone concentrations were similar to those of the healthy men, but several of the patients showed a severely impaired response to HCG. Mean basal FSH and LH concentrations were significantly increased 10 to 12 months after the acute phase, while the mean LH concentration was also raised at three to five months.
It is concluded that mumps orchitis impairs Leydigcell function during the acute phase of the disease but may also have a more permanent damaging effect, similar to that found in the germinal epithelium.
Introduction
Orchitis is the commonest complication of mumps in postpubertal boys and men and develops in 15-25 o of patients. Variable degrees of germinal epithelial atrophy occur in half the cases, but since bilateral disease is seen in only 20-25 O( of the patients affected' 2 sterility is less common. Though the consequences of mumps orchitis on the tubular system of the testis are well known,3 Leydig-cell function during the acute phase and after recovery from the disease has not been documented. We therefore report the results of an assessment of Leydig-cell function, as judged by basal testosterone secretion and its response to human chorionic gonadotrophin (HCG), in patients with mumps orchitis, mumps without orchitis, and other febrile viral infections. Pituitary gonadotrophins were also evaluated, in most cases by measuring basal concentrations of follicle-stimulating hormone (FSH) and luteinising hormone (LH), and in a few by means of an LH-releasing hormone (LH-RH) stimulation test. The effect of the different therapeutic regimens employed in the acute phase of mumps orchitis was also examined. A preliminary account of this study has been given.4
